Stimulation of the autonomic nervous system with various irritating agents (either bacterial, toxic, chemical or physical) causes various lesions in various organs in the body, mainly due to vasomotoric disorders.
In other words, irri tation of the autonomic nervous system causes an unspecific type of symptom complex in the organism which is called " syndrome d'irritation neurovegeta tive " or " Reilly's phenomena."
The term " irritation " was first introduced by Claude Bernard, and was later defined by Reilly as " such a stimulus as to cause a pathological lesions in the body." He emphasizes the difference between " irritation " and " excita tion " the latter being defined as " a stimulus which brings about a physiolog ical reaction in the body." 
1) Experimental Production
The coeliac ganglia or left major splanchnic nerve of the dog and rabbit 
3) Complications of Acute Pancreatitis
The various complications commonly accompanying acute pancreatitis are usually considered to be more or less coincidental or secondary pathological changes. However, in the author's opinion, taking the importance of Reilly's phenomena working as one of the factors in pathogenesis of acute pancreatitis into consideration, it seems quite natural for the other lesions to result from the same fundamental abnormality of the autonomic nervous system which initiate acute pancreatitis, and it seems that they only remain undetected because of their mildness.
Gastric Lesions
Increase in acidity of the gastric juice and exposure to various stressful conditions are two factors which are, by most of students, held most responsible for development of peptic ulcer. However, the exact mechanism by which " stress " causes peptic ulcer is poorly understood .
The authors performed on the guinea pigs the following experiments in order to clarify the role of the autonomic nervous system in the pathogenesis of peptic ulcer. In the guinea pig, 20% alcohol or 5% peptone was injected into the entire circumference of the pyloric wall. Five hours later, the stomach of the animal was inspected and found to show many petechial hemorrhage and or ulceration.
1) Experimental Production
It is important to note that the guinea pig is the animal in which it is difficult to produce gastric ulceration by Shay's procedure, but in which it is easy to produce various lesions due to Reilly's phenomena. From the result of this experiment it seems reasonable to assume that the gastric ulceration produced 
1) Experimental production
Hemorrhagic lesions could be induced in the lung of the guinea pig by Faradisation of the cervical autonomic nerve or by the " sac jugulaire " method.
The pulmonary lesions appeared within a short period of time after irritation of the autonomic nerve, and varied in their severity from localized petechial and small scattered hemorrhage to large and extensive hemorrhage (Fig. 5) .
The petechial and small lesions were, however, observed to be gradually ab sorbed, and, at the end of 24 to 48 hours after the irritation, only larger hemorrhagic lesions were observed to remain as the chronic damage.
The smaller lesions were not detectable radiologically.
The larger lesions, which were still present 7 days after the irritation, and were accompanied by parenchymal damage and histological reactions in the surrounding tissue, were demonstrable as the abnormal shadow in the X-ray film.
Histological study of the lesion revealed, in the early stage, capillary dila tation and congestion in the alveolar wall, and thickening of the alveolar septa.
The lung was generally atelectatic and alveoli were collapsed. Alveolar spaces were filled with erythrocytes, giving the picture of so-called "pulmonary apo ploxia." In some of the cases, there were also edematous changes in addition to the hemorrhage, but these lesions appeared somewhat different from those seen in other organs (Fig. 6) . The finding seems to offer a basis for explain ing pathogenesis of pulmonary edema seen in clinical cases. These pictures of vascular disturbance were observed to be absorbed and mostly disappear in the course of time, but a part of them became accompanied by parenchymal damage and local tissue reactions, giving the picture of so-called incomplete infarction or infarction-like lesion, or, in some of the cases, that of pneumonia ( Fig. 7 and Fig. 8 The authors performed the following experiments and investigated auto nomic nervous control of adrenocortical function.
1) Experimental Production
i) When a stimulating agent was put in contact with the cervical or ab dominal autonomic nerve, hemorrhagic lesions and degeneration were always seen to occur in the adrenal of both sides which involved extensively all the part of the organ (Fig. 9 ). In the experiment in which the autonomic nerve was transected
and Faradisation was applied to the end of the nerve-stump, the irritation to the end of the peripheral stump induced more extensive hemorrhage in the adrenal than that to the end of the central stump, regard less whether the transected nerve was sympathetic or parasympathetic. 2) Effect of Chlorpromazine, Cortisone and ACTH Chlorpromazine, Cortisone administered in an adequate dose respectively protected the adrenal from the noxious influence of the irritation to autonomic nerve, whereas Chlorpromazine, Cortisone or ACTH in a dose ten times as , much caused the adrenal glands to suffer more extensive lesions under the influence of the same irritation. It was found after several hours , however, that the ascorbic acid was depleted in both adrenal glands and the difference almost disappered.
4) Influence of Autonomic Nervous Irritation in the Hypophysectomized Dog
The dog was firstly hypophysectomized, and , one month later, one of its adrenals was removed. Histologically the removed adrenal showed normal glomerulosa zone, degeneration and decrease in number of the cells in fascicu lata and reticularis zones (Fig. 11) . The coeliac ganglia of the hypophysecto mized-semiadrenalectomized dog was irritated and the remaining adrenal was examined histologically 4 hours later and it seemed to be activated by the 
